SUMMARY Clinical, electrophysiological and histological findings in four patients accidentally poisoned with the organophosphorus insecticide Dipterex are reported. Three to five weeks after insecticide ingestion signs of a distal sensorimotor (preponderantly motor) neuropathy occurred. The pawients complained of paraesthesia in the lower limbs, and two of them of very disagreeable pricking sensation in the soles of the feet, responsive to carbamazepine. They showed distal weakness mainly of the legs, footdrop, difficult gait and muscle hypotonia. Ankle jerk was abolished while other tendon reflexes persisted. Two months or even later after poisoning, knee jerks in all the patients were very brisk and more and less accompanied by other pyramidal signs (patellar clonus, abolishment of abdominal cutaneous reflexes, Babinski's sign). Clinical, electrophysiological and nerve biopsy data revealed a "dying-back" neuropathy in our patients. Distal muscle fatigue was confirmed by failure of neuromuscular transmission on repetitive nerve stimulation.
weeks, clinical signs of distal motor peripheral neuropathy, chiefly in the lower limbs. At the onset of neuropathy the ankle jerk was abolished while other tendon reflexes persisted. Two months and even later following Dipterex ingestion, we found in the proximal segments of the lower limbs moderate pyramidal signs. As in our previously described cases of delayed TOCP-induced neuropathy,34 these pyramidal signs were probably present also in the distal segments of the lower limbs, but were masked by the peripheral neuropathy. Clinical, electrophysiological and nerve biopsy findings are compatible with a mixed distal sensorimotor (predominantly motor) neuropathy. According to the above evidence, Dipterex damaged preponderantly the longer and larger axons and more severely their distal portions. The patients investigated showed signs of both peripheral and central nervous system lesions in the distal portion of the longer axons, the peripheral lesions in particular resembling to those in the predominantly neuropathic form of TOCPinduced neuropathy.4 Electrophysiological findings as well as light and electron microscopy of sural nerve suggest that an axonal degeneration with secondary demyelination and remyelination underlie the Dipterex-induced neuropathy. In the present cases as in those of TOCP-neuropathy,4 the secondary demyelination and remyelination are supposed to occur in fibres which had already undergone degeneration followed by regeneration, as Dyck et al" showed for uraemic neuropathy.
The signs of both peripheral and central lesions observed by us were generally similar-excepting some differences-to those reported by Cavanagh' 5 and Prineas2 who proved concurrent peripheral and central degeneration in experimental "dying-back" disease due to TOCP. Similar findings were also described for n-Hexan neuropathy by Spencer and Schaumburg12 who suggested naming this type of disease "central-peripheral distal axonopathy".
In one of our patients we found that concomitant alcohol ingestion enhanced the Dipterex toxic effect, as Vernik has already reported.8
Distal muscle fatigue was confirmed by decrement of EMAPs (over 10%) on repetitive nerve stimulation, transient post-tetanic facilitation and postfacilitation exhaustion. A myasthenia-like syndrome was probably induced by Dipterex action in the presynaptic zone of motor axons, as in other cases of Dipterex or Divipan (Dichlorvos) neuropathies4 or of carbon disulphide polyneuropathy. 9 In spite of normal MCV and terminal latency values, the nerve excitability threshold showed a distal motor hypoexcitability; consequently, it may be considered a significant-electrophysiological mean 547 548 for early detection of Dipterex-induced neuropathy, as well as of other distal axonopathies. 4 9 Increased sweating mainly in the lower limbs (distally) and presence of Raynaud's phenomenon equally distally in the lower limbs might be the result of an autonomic disturbance similar to that described in acrylamide neuropathy.13 14 The clinical features (distal motor peripheral neuropathy and mild pyramidal signs in the proximal segments) together with electrophysiological findings suggest a "dying-back" (distal axonopathy) process underlying Dipterex-induced neuropathy, as has already been mentioned for other toxic neuropathies'-59 12 15-17 
